Hinfl. Sau3aI
BamHI Sau96I 
400
FpV G ATA ACA TTC TAT GGA GCT AAG GAA GTG GCA CTC AGT TAC TCT ACT GGA GCA CTT GCC AGT TGT ATG GG
600
FPV GAG AAC AGA ATG GTA ATG GCC AGC ACT ACA GCT AAG GCT ATG GAG CAA ATG GCT ~ TCA AGT C=AA CA
950
FPV AGA GGG CCT TCT AOG GAA GC~ GTG CCT GAG TCT ATG AGG GAA GAA TAT CGG CAG GAA CAG CAG AGT GCT (Fig. 2 b) . Such high conservation of amino acid sequence is not unexpected since it has been clear for some time that the matrix proteins of different influenza strains are antigenically similar (Schild, 1972), although differences have been detected by peptide fingerprinting procedures (Brand et al.,  1977; Dimmoek et al., 1977) . These results are in agreement with data which showed very limited variation between various strains in the nucleotide sequences coding for the amino terminal region of the matrix protein (Hall & Air, 1981) . The features of the predicted amino acid sequence have been discussed by Allen et al. (1980) . It has been suggested (Gregoriades, 1980) that matrix protein has a specific portion of its amino acid chain which has a high affinity for lipid. It is, however, difficult to locate this region in the amino acid sequence presented here; more detailed analysis of the primary structure of the regions of matrix protein which bind to lipid vesicles is called for.
The amino acid sequence predicted by the second open reading frame, which is 96 codons in length from base 717 to base 1007, is less highly conserved between FPV and the two human strains than is matrix protein (Fig. 2c) . There are nine differences in amino acid sequence between FPV and PR/8, and eight between FPV and Udorn. The differences in amino acid sequence are located throughout the predicted polypeptide chain. Located in the predicted amino acid sequence of the second gene product (M2) at residues 19 to 21, is a potential site for glycosylation, Asn-Asp-Ser (Marshall, 1972) , which is followed by a sequence between residues 23 and 44 which contains no charged amino acids. These observations may suggest an interaction between the polypeptide and the plasma membrane of the host cell, but there is no recognizable signal sequence for membrane insertion at the amino terminus of the molecule (Blobel & Dobberstein, 1975) . In this context, it should be pointed out that polyadenylated RNA species which probably code for the second gene product are spliced (Inglis & Brown, 1981; and so the amino terminus of the second gene product is probably the same as matrix protein. Whether this region of the molecule can act as a signal for membrane insertion or not is, as yet, unknown.
Analysis of the nucleotide sequence reveals that the dinucleotide CpG is infrequently found in influenza virus segment 7, which is similar to the observation that the dinucleotide dCpdG has been found to be deficient in the genome of eukaryotic cells (Russell et al., 1976) . It has been suggested that the low frequency of dCpdG in DNA may be related to methylation of cytidine and thus modification of protein-DNA interactions (Razin & Riggs, 1980) . No methylation of the dinucleotide CpG has been reported in animal RNA viruses; thus the significance of the low frequency of CpG is unclear.
Finally, segment 7 of influenza virus has been implicated in amantidine resistance (Hay et al., 1979; Scholtissek & Faulkner, 1979) . Due to the highly conserved nature of RNA segment 7 it may be possible to relate amantidine resistance to specific sequences in the matrix protein or, less likely, in the second gene product.
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